There are few reports in the literature of mycosis fungoides and Hodgkin's disease occurring in the same patient. A case is reported with this association who had the unique feature of clinical and histological regression of the mycosis fungoides during the development of the Hodgkin's disease.
Case report A male Caucasian, born in 1917, developed an asymptomatic rash during the late 1950s. He was seen by Dr D I Williams, Consultant Dermatologist, in 1971 when a widespread patterned erythematous and scaly eruption was noted ( Figure 1 ) with a suggestion of infiltration in some places. Histology of the skin showed a patchy, pleomorphic cellular infiltrate in the upper dermis with abnormal cells invading the epidermis (Figure 2 ), confirming the clinical diagnosis of early mycosis fungoides.
The patient was lost to follow up but over the subsequent eleven years noticed a gradual worsening of the rash which became more extensive and more red and scaly. He used only emollients and occasional betamethasone valerate (Betnovate) ointment to control the scaling.
Early in 1982 he developed a tender lump in his left groin and over the next few months became unwell with fevers, night sweats and weight loss. During this time his rash improved spontaneously; the red patches faded and the scaling ceased.
On admission to hospital in November 1982, examination of his skin revealed widespread but unremarkable mottled and reticulate pigmentation with faint and patchy erythema on the thighs. Figure 3 shows the appearance of his skin at this time: the enlarged left inguinal lymph nodes can also be clearly seen. On general examination he was noted to be febrile with two large tender lymph nodes in the left inguinal region and a 6 cm firm, tender hepatomegaly.
Investigations revealed a low haemoglobin (8.7 g/dl) with microcytic indices and a low serum 1Case presented to Section of Dermatology, 17 February 1983. Accepted 18 June 1984 0 141-0768/84/121037-03/$O 1.00/0 iron (4.0 ymol/l) and total iron-binding capacity (23 yimol/l). The ESR was elevated at 134 mm/h and the platelet count was high (735 x 109/l). The white blood cell count was normal at 8.5 x 109/l with a normal differential count and there was no abnormality on bone marrow trephine. Liver function tests were normal apart from an elevated alkaline phosphatase (180 IU/l). An abdominal ultrasound scan showed nonspecific hepatomegaly with no splenomegaly or para-aortic lymphadenopathy.
Biopsy of one of the enlarged inguinal lymph nodes showed a dense infiltrate of reticulum cells, lymphoid cells and eosinophils together with Reed-Sternberg cells (Figure 4) , an appearance diagnostic of mixed cellularity Hodgkin's disease.
A skin biopsy was taken from an area of erythema on the left thigh and showed only a sparse cellular infiltrate in the upper dermis with considerably less epidermotropism ( Figure 5 ) than that seen in the 1971 biopsy, confirming the clinical impression of improvement in the mycosis fungoides. T-cell marker studies were performed on the 1982 skin biopsy specimen: the infiltrate consisted of large numbers of helper T-cells with few suppressor T-cells and no B-cells or monocytes. These findings are consistent with the diagnosis of mycosis fungoides. The patient received combination chemotherapy for the Hodgkin's disease with chlorambucil, vincristine, procarbazine and prednisolone, with a good clinical response. One year later there was no evidence that the mycosis fungoides was relapsing and the Hodgkin's disease remained in remission.
Discussion
Early reports of mycosis fungoides progressing to a malignant lymphoma diagnosed as Hodgkin's disease (Lane 1923) are vitiated by the histological differential diagnosis of lymphomatous lymph nodes. Rappaport & Thomas (1974) concluded that mycosis fungoides in the skin and lymph nodes was an entity distinct from other lymphomas and that the previous reports were erroneous. However, Samman (1976) reviewed the outcome of 122 cases of poikiloderma atrophicans vasculare (the type of mycosis fungoides demonstrated by our case) and commented that 'in a small number of cases the late histology has been that of Hodgkin's disease rather than mycosis fungoides'. There have recently been 6 more reported cases of an association of mycosis fungoides and Hodgkin's disease (Chan et al. 1979 , Donald et al. 1980 , Lipa et al. 1982 . Three of these patients had preexisting mycosis fungoides and subsequently developed Hodgkin's disease; in one patient the two conditions were diagnosed simultaneously; and two patients developed mycosis fungoides many years after treatment for Hodgkin's disease. In each case the authors have taken particular care to distingulish between the two diagnoses and there seems no doubt that the two distinct lymphomas are occurring in the same patient. This association may be truly rare or merely under-reported: both mycosis fungoides and 4odgkinl's disease cause immunological deficiencies which tiiay predispose to other malignancies.
The most remarkable feature of our case was the clinical and histological regression of the mycosis fungoides as the Hodgkin's disease developed. Spontaneous resolution occurred in 7 of Satmman's (1976) 122 cases of poikiloderma attophicans vasculare. It is clear from our pitient's history, however, that his eruption was worsening steadily until the onset of his systemic illness when it began to improve. In none of the other reported cases with both Hodgkin's disease and mycosis fungoides did any resolution of the mycosis fungoides occur. Functional T-cell defects are well documented in Hodgkin's disease and perhaps could account for this apparent regression of our patient's mycosis fungoides. The first recorded case of thorotrast granuloma of the neck in this country is described, together with the problems of diagnosis and management. Since thorotrast is not excreted from the body, follow up has to be life-long.
Case report
A previously fit 61-year-old man presented to the Royal National Throat, Nose and Ear Hospital in November 1982. He gave a one-month history of increasing pain over the right side of the neck, increasing trismus, general malaise and pyrexia. Clinical examination revealed a hard, walnutsized mass below the angle of the right mandible. The carotid pulse was reduced on the right as compared to the left. Cranial nerve examination revealed a mild paresis of the right marginal mandibular branch of the facial nerve.
Investigation into the past history revealed that he had undergone right percutaneous carotid angiography in 1942 for a 'transient hemiparesis' and that extravasation had occurred. The patient was admitted and investigated. Lateral neck Xray ( Figure 1) showed extensive calcified-like masses in the anterior triangle and along the course of the carotid sheath, suggestive of extravasation of a radio-opaque contrast medium. Plain abdominal X-ray ( Figure 2 ) showed similar deposits in the liver and spleen. An axial CT was performed, but was of no extra help in elucidating the nature of the deposits. Blood indices were unremarkable apart from the ESR which was over 100 mm in 1 hour. The patient was examined under anaesthesia to allow for internal and pharyngolaryngeal examination, and two carious lower right molar teeth were noted. Open biopsy of the external neck mass showed it to be hard and friable, with surrounding fibrosis obscuring the normal anatomy of the neck. It was continuous and adherent to the carotid artery, and biopsy was ..wh .. 
